Immune response of neonates to oral poliomyelitis vaccine
In the conventional schedule of immunisation infants are given three doses of oral poliomyelitis vaccine starting at, or after, 6 to 8 weeks of age. In the new pulse immunisation strategy three doses of oral poliomyelitis vaccine are given in annual cycles to children under 24 months of age.' I carried out a study to see whether a lower age limit could be established in this programme. Neonates were given one dose of oral poliomyelitis vaccine followed by second and third doses at intervals of four weeks. The seroconversion response in the neonates was as good as the response in older infants, indicating that immunisation may be started in the neonatal period. 
Comment
As the seroconversion response in infants beginning immunisation from 1 to 4 weeks of age was not less than that in older infants, such neonates may be given oral poliomyelitis vaccine either in the conventional schedule of immunisation or in the pulse immunisation strategy. If the five dose schedule of primary immunisation with poliomyelitis vaccine is followed the first two doses may be given as early as 1 and 5 weeks of age followed by three doses of diphtheria pertussis, and tetanus and oral poliomyelitis vaccine at 9, 13, and 17, weeks.4 In pulse immunisation the lower age limit for oral poliomyelitis vaccine should be 1 week.
I did not investigate the immune response to oral poliomyelitis vaccine in neonates who were less than 1 week of age. Early investigations on the vaccine showed that there was some inhibition of response in neonates during the first three days of life.3 The presence of maternal antibody did not seem to inhibit the infant's ability to produce antibodies to the vaccine. Young infants with maternal antibody have recently been immunised with an aerosolised live measles virus vaccine.5 Though passive immunity inhibits the response to parenteral stimulation by live vaccines, it does not seem to prevent local infection by poliovirus in the gut or by measles virus in the respiratory tract and the consequent active immune response. Profound accidental hypothermia has been associated with a mortality of up to 800°but more recent reports indicate much lower mortality provided there is no underlying pathological condition.2 Successful resuscitation from deep accidental hypothermia and cardiac arrest of several hours' duration has been reported in several patients without any underlying disease.3 Most of these successful resuscitations have entailed the use of extracorporeal circulation.3 We report on a patient with accidental hypothermia who was warmed with simpler methods available in most district general hospitals and who survived four hours of cardiac arrest.
Case report
A thin 27 year old unemployed man was admitted deeply unconscious with no detectable cardiac sounds or pulses and gasping intermittently. Ambulancemen reported that he had been sleeping on a park bench overnight; his wife suspected that he had taken some barbiturates after ingesting alcohol. The doctor in the casualty department immediately passed an endotracheal tube, and the cardiac rhythm changed from slow sinus of 48 beats/minute with J waves to ventricular fibrillation. Full cardiac arrest procedure was begun: he was given sodium bicarbonate, lignocaine, direct current cardioversion, adrenaline and calcium infusions, external cardiac massage, and ventilation with 100% oxygen. There was no response.
He was transferred to the intensive therapy unit, where he was ventilated with warmed, humidified oxygen and external cardiac massage was continued. Lower oesophageal temperature was 25°C. Blood samples were taken for estimation of urea, electrolyte, haemoglobin, and barbiturate concentrations and gas tensions; he was given magnesium sulphate 4 g as cerebral protection. Rewarming continued with gastric lavage with warmed fluid, and a warmed intravenous infusion was set up, the rate of infusion being adjustedl according to the central venous pressure. These measures were thought necessary because of the contraction of plasma volume that occurs early on in hypothermia and contributes to the hypotension when vasodilatation occurs on rewarming, especially in the presence of heart failure induced by hypothermia.
Core temperature was 31°C four hours later, when defibrillation was successful, and blood pressure was 90/60 mm Hg. In common with other survivors of prolonged cardiac arrest in accidental hypothermia he developed acute pulmonary oedema. This initially responded to simple treatment with diuretics and oxygen, but it recurred and the adult respiratory distress syndrome developed, which together made artificial ventilation necessary for nearly three weeks. Less than a month later, however, he went home fully recovered and with no neurological deficit.
Comment
Alcohol, hypothermia, and barbiturates are known to prolong survival of neurones in circulatory arrest and probably contributed to the survival of this patient. 
